Several studies suggest that prenatal stress is a possible risk factor in the development of autism spectrum disorders. However, many children exposed to stress prenatally are born healthy and develop typically, suggesting that other factors must contribute to autism. Genes that contribute to stress reactivity may, therefore, exacerbate prenatal stress-mediated behavioral changes in the adult offspring. One candidate gene linked to increased stress reactivity encodes the serotonin transporter. Specifically, an insertion/deletion (long/short allele) polymorphism upstream of the serotonin transporter gene correlates with differential expression and function of the serotonin transporter and a heightened response to stressors. Heterozygous serotonin transporter knockout mice show reductions in serotonin transporter expression similar to the human short polymorphism. In this study, the role of prenatal stress and maternal serotonin transporter genotype were assessed in mice to determine whether their combined effect produces reductions in social behavior in the adult offspring. Pregnant serotonin transporter heterozygous knockout and wild-type dams were placed in either a control condition or subjected to chronic variable stress. The adult offspring were subsequently assessed for social interaction and anxiety using a three-chamber social approach task, ultrasonic vocalization detection, elevated-plus maze and an open field task. Results indicated that prenatal stress and reduced serotonin transporter expression of the dam may have the combined effect of producing changes in social interaction and social interest in the offspring consistent with those observed in autism spectrum disorder. This data indicates a possible combined effect of maternal serotonin transporter genotype and prenatal stress contributing to the production of autistic-like behaviors in offspring.
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Introduction
Autism spectrum disorders (ASDs) are a set of neurological disorders characterized by deficits in social interaction, social communication, and the presence of restrictive and repetitive behaviors Despite the increasing prevalence rates and media attention, the etiology of ASD is still unknown (Fombonne, 2005) . The heritability rate for ASD has been estimated as high as 90% (Freitag, 2007) , suggesting that ASD is a predominantly genetic condition (Losh et al., 2008; Folstein and Rosen-Sheidley, 2001; Freitag, 2007) . Twin studies have discovered that monozygotic twins show approximately a 70% concordance rate, whereas for dizygotic twin the concordance rate is approximately 5% (Steffenburg et al., 1989; Folstein and Rutter, 1977; Bailey et al., 1995) . While genetics has a strong influence in ASD, other factors must also contribute.
One potential environmental risk factor in ASD is prenatal stress. Prenatal stress has been shown to be implicated in a variety of 
